past with a condition he always called ' climatic bubo." Both these observers noted the presence in many cases of the penile lesion, without considering it a factor of much importance, and it was left to Rost (1912) in the West Indies to suggest that this sore was the portal of entry for some infection acquired by coitus with coloured women, who harboured the virus in the vagina, an opinion confirmed by Muller and Justi (1914) who gave a very excellent description of the disease.
Climatic bubo continued to be looked upon as a " tropical" disease, affecting males only, chiefly members of ships' personnel and others who ran the risk of infection in tropical ports. In Europe and America it wa3 well recognized in naval hospitals and hospitals for seamen.
When Durand, Nicolas and Favre (1913) described the condition, to which they rather unfortunately gave the name " lymphogranulomatose inguinale," they were apparently ignorant of climatic bubo, though they recognized that as far as the characteristic inguinal adenitis was concerned the affection has been portrayed by previous writers. It has been suggested that certain types of bubo distinguished by John Hunter (1786) and Ricord (1838) may have been examples of the disease.
The first unmistakable account, however, lies probably to the credit of a Dublin surgeon, Williami Wallace (1833), though he remained in the dark as to the nature of the bubo. Many similar references are found in the medical literature of France, Germany, Austria, etc., the cases usuially being classed was " bubon d'emblee," or strumous bubo. Klotz (1890) reviewed a large series of cases that had come under his care in New York during the preceding ten years. He excluded sypbilis and tuberculosis, but noting the genital sore, concluded it was the site of infection by septic material. N6laton the same year gave what was a very perfect picture of the disease, and rightly believed the penile lesion to be the point of inoculation of an unknown virus. L6jars (1894) and Marion and Gandy (1901) also recognized the same clinical and the same macroscopical picture in the excised glands, but both believed in a tubercular setiology in spite of failure to demonstrate the tubercle bacillus, by all methods, including, in the case of the second author, guinea-pig inoculation.
It was twelve years later, in 1913, that the Lyon observers wrote "Sur une variete d'ad6nite inguinale subaigue a foyers purulents intraganglionnaires, nonchancrelleuse, non-tuberculeuse, d'origine g6nitale probable, peut-Atre v6n6rienne." Examinations of pus from the buboes by microscopic and cultural methods failed to reveal any causal organism, and their animal inoculations were negative.
Since then lymphogranuloma inguinale has been recognized in apparently ever increasing numbers in every country of Europe except Great Britain, where, though it may be comparatively rare, it is suggested cases are overlooked. The typical inguinal adenopathy has been found in women as well as in men, though in much smaller proportion, and extra-genital infections are now known to occur. Partner cases have been observed, and cases in children are on record in whom infection had been acquired by " simple" contact. Such then in brief is a history of the two conditions, climatic bubo and lymphogranuloma inguinale. It may be added that elephantiasis of the penis and scrotum is well recognized as occurring after wholesale extirpation of inguinal gland masses or following widespread destructive lesions due to the disease, in the male.
The literature dealing with those other conditions embracing ano-vulvar elephantiasis and ulceration and inflammatory stricture of the rectum tells much the same story as given above. Though recognized clinically they have defied elucidation until the present time. Part of the difficulty arose from the fact that the pathological changes might be minimal in degree and limited in extent in one case, and in another tho pathological process might be maximal and involve the whole genito-ano-rectal region. Huguier is generally acclaimed as the first author to have delineated definitely this syndrome, but there are excellent references to cases by Desruelles (1844) and 8 Boys de Loury and Costilhes (1845) . Huguier, in a communication to the Acad6mie de M6decine (1848), entitled "M6moire sur l'Esthiom6ne ou Dartre rongeante de la r6gion vulvo-anal," says " This chronic malady which lies in some intermediate position between the elephantiasis of the Arabs, syphilis, cancer, and scrofula, and to be distinguished from the latter, is characterized by the leaden or violaceous colour of the affected parts; their deformation, thickening and induration; the ulceration and destruction, at the same time infiltration and hypertrophy, so that the orifices and passages of the vulva and anus may be at the same time the seat of ulceration and enlargement as well as stricture, while the folds of the skin and mucous membrane manifest thickening,-fibrosis and ulceration of variable degree and distribution, without pain or tenderness; without menacing life, and without even injuriing the general health, at all events for a very long time." Huguier recognized the difficulty of enunciating a definite wtiology and suggested that an alteration in the humours determined by a scrofulous diathesis alone, or combined with a degenerated, mitigated syphilitic poison was a factor. He purposely decried the use of the word " lupus " and invented " esthiom6ne " in its place. He believed-and he has been proved right only after a lapse of eighty years -that the disease was neither syphilitic, tuberculous, nor cancerous.
Inflammatory stricture of the rectum unassociated with the other elements of the complete syndrome was first described by the Danish surgeon Larsen (1849) and considered by him to be syphilitic. Since these earlier records, individual cases or short series of cases have been published in every country in Europe and in America, generally under the designation " elephantiasis vulvs,' " lupus vulvae," " esthiomene," " syphil6me ano-rectal " (Fournier) and (non-malignant) stricture of the rectum. Reference here will only be made to a clinical lecture by Bernutz at the Charit6 in Paris (1874), a paper by Angus Macdonald in Edinburgh (1884), a paper by Matthews Duncan before the Obstetrical Society of London the same year, and an excellent article by Koch of Breslau (1896). Tuberculosis, syphilis, gonorrhoea, ulcus molle, chronic irritation, trauma, severally or in combination, have in turn been invoked as the aetiological cause, not only of the vulval conditions but also of the rectal stricture when met with alone.
The vast majority of cases have been seen in the persons of "prostitu6es clandestines de la plus basse classe," to use a phrase of Cohen's in his monograph on elephantiasis vulve, and herein lies the explanation of the etiologies which have been adduced. It has usually been a case of post hoc, propter hoc, or, at best, the putting forward of the finding of chronic inflammatory lesions as evidence of tuberculosis or syphilis. In regard to the stricture of the rectum, leaving aside all that was written before, one has only to re-read the opening by Sir Charters Symonds in a discussion before this Society in 1923 upon gonorrheal stricture of the rectum, or that by Henri Hartmann before the Medical Society of London in the same year, to realize that this condition in turn still belonged to the group of diseases of unknown wtiology.
No satisfactory explanation was forthcoming of the female sexual incidence of genital elephantiasis and rectal stricture noted by nearly all writers, and as remarkable as the male incidence for climatic bubo and lymphogranuloma inguinale.
Here allusion must be made to a wide gap in our knowledge of the geographical distribution of these genito-ano-rectal conditions. It would be expected from what has been said that they would be found widespread among native women in areas where climatic bubo is known. Though there can be little doubt this is so, there are but very scanty references to them. Branfoot (1902) certainly observed them in Madras, Roegholt (1926) and Joachimovits (1929) found many cases in the Dutch East Indies. There are references to many cases in China and some in Ceylon; I have myself seen cases in East Central Africa.
The investigations which led up to the better understanding of the several conditions under discussion began with the intra-cuti-reaction devised by Frei in 1925 for cases of lymphogranuloma inguinale, using aheated saline dilution of pus aspirated from a softened inguinal bubo as antigen.
The best method of preparing the antigen for the skin test is that given by that author. The person from whom the antigen is to be prepared should be proved free from tuberculosis, and free of any other venereal disease, past or present, by clinical examination and negative tests for syphilis, gonorrheea and ulcus molle.
The gland from which pus is to be withdrawn must be one that has undergone softening, but not fistulation. Aspiration by means of Ricord syringe and thick needle, under aseptic precautions of, as far as possible, blood-free pus, is then carried out. This is mixed with physiological saline in the proportion of one part to five to six parts in a sterile tube and immediately put up in j to 1 c.c. doses in Jenahard glass ampoules. So prepared it is heated to 600 C. for two hours over a water bath, and the following day at 600 (C. for one hour. Heating to 800 C. yields a much less active antigen: 1000 C. destroys antigenic properties.
Fresh and heated material should be tested for sterility by culture under aerobic and anaerobic conditions at room and incubator temperature. The antigen should give negative reaction in skin of normal control and patients suffering from ulcus molle.
Antigen should be preserved at a low temperature and unexposed to light. If kept for long periods all tests should be repeated every three months. The test is carried out in the following way-after disinfection by alcohol, the skin of the outer side of the forearm or other convenient part is injected intracutaneously with 0 1 c.c. antigen: two normal controls being inoculated at the same time. The result should be read after 48 hours, and not before. A positive reaction consists in the production of an infiltrated inflammatory area 1 cm. in diameter at least, often larger, which can be felt as well as seen. In the centre there is a small zone of necrosis and surrounding it a red zone.
Failure to obtain a positive reaction in a clinically obvious case of the disease should lead to investigation of the antigen in regard to its activity. An antigen usually remains active for several months and sometimes over a year, but this is not always so, and a test with another antigen should be made.
The power to respond to an active antigen may not develop until the disease has reached a certain stage in its evolution: sometimes only when the periadenitis has involved the overlying skin. In fully developed cases the reaction may also fail occasionally-a phenomenon due to anergy as in other conditions: failure may be seen during the pre-menstrual period and in early florid stages of syphilis, and appear after treatment, also in ulcus molle. In double infections allergy to one or other infection may temporarily disappear. The absolute specificity of the reaction has been established in and between climatic bubo and lymphogranuloma inguinale. A climatic bubo antigen gives a positive reaction in a case of lymphogranuloma. inguinale, and vice versa.
In 1927, Frei suggested the advisability of testing cases of the genito-ano-rectal syndrome with this same antigen. In 1928, he and Koppel showed that five cases, four women and one man with this affection, all gave positive reactions. Tuberculosis and chancroid infections they could put out of court in all five, but all had had syphilis. The following year Koppel demonstrated two further cases, and in these syphilis also could be excluded.
This same year, and since, a number of authors on the Continent have reported similar cases practically all with positive reactions. Their cases include those which could be called genital elephantiasis; others which would be classed as the genitoano-rectal syndrome; and yet others with infiltration or stricture of the rectum.
The best evidence to date perhaps of the value of the intra-cuti-reaction carried out on a large scale is afforded by the results published by De Wolf and Van Cleve (1932) from Cleveland, U.S.A.:-1,010 persons tested: 941 gave negative reactions, 10 11 indefinite results, 58 positive. Of these 58, 31 (10 W.M., 20 C.M., 0 W.F., 1 C.F.) had active lymphogranuloma inguinale.1 4 (1 W.M., 2 G.M., 0 W.F., I C.F.) were known to have had the disease. 20 (19 M., W. and C., 0 W.F., 1 C.F.) gave a history of a characteristic adenitis.
Seventy-five cases of chancroid (55 Ducrey-positive; 41 with bubo) (21 W.M., 46 C.M., 3 W.F., 5 C.F.). Two gave positive results-one was a mixed infection with lymphogranuloma inguinale, the other gave a history of adenitis eighteen months previously. 84 cases of active syphilis-all gave negative reaction. 58 cases of gonorrhaea-all negative save four who all had a history of previous inguinal adenitis.
Attention may also be drawn to the results obtained by some other recent observers. In a series of twenty-one cases of rectal stricture coming under the care of Bensaude and Lambling (1931) at the Proctological Clinic, H6pital-Saint-Antoine, Paris, all but two gave a positive Frei skin reaction with a lymphogranuloma inguinale antigen. It is also interesting to note that among those with positive skin-test, one case had labial cedema, two inguinal bubo and labial cedema and four inguinal bubo without labial affection.
Ravaut, S6nique and Cachera (1931) recorded a case of rectal stricture associated with salpingo-perimetritis, with positive lymphogranuloma inguinale skin reaction, and others have alluded to the adnexitis in similar cases; in connection with which the series of cases published by J. & P. Fiollo (1914) , "Les fibroses perimetrorectales," need reconsideration.
The next milestone on the march towards establishing the disease on a firm basis was the announcement by Hellerstrom and Wass6n of Stockholm (August, 1930) that they had been able to infect monkeys by intra-cerebral inoculation of saline suspensions of gland tissue obtained from five typical cases of lymphogranuloma inguinale, with the production of a characteristic meningo-encephalitis, after an incubation period of from six to twelve days; and were able to passage the disease in these animals. The virus became generalized and an antigen prepared from the brain, cerebrospinal fluid, or glands of the monkey yielded a positive Frei skin-test when injected intradermally in lymphogranuloma patients. Up to that date all attempts to demonstrate a causal organism had failed, and attempts at animal transmission had been inconclusive.
Inspired by the researches of Hellerstrom and Wassen, Levaditi and his coworkers commenced their investigations the same year. The researches of the Swedish and of the French workers have since lain along parallel paths. Their results, which have appeared in a long series of communications, confirm one another.
It is impossible here to deal at length with this side of the question, but the following points may be noted.
Different species of monkey differ in their susceptibility to infection. Among monkeys of susceptible species, death usually results in from 5 to 37 days, most commonly about the eighth day. A few survive. Others may remain apparently well, yet when killed at the fortieth day show typical lesions. The pathological changes I will not discuss now but it may be noted that in type they resemble those found in man, to be referred to shortly.
The virus becomes widely distributed in the body of the monkey-liver, spleen, kidney, marrow glands and blood as well as the central nervous system. A monkey may be inoculated successfully into gland, with the production of a polyadenitis, or into the peritoneum, and on the prepuce, by means of a monkey brain virus emulsion. The same virus, at the twelfth monkey passage, on intrapreputial injection in a man gave rise to a gross bilateral inguinal adenopathy. (1932), from a case of stricture of the rectum.
It now remains to deal with the pathogeny and symptomatology. of the disease as a whole, and it will be convenient to consider them together; the outstanding facts in this connection being-the "exquisite" predilection of the virus for the lymphatic system, and secondly, that in whatever part of that system the virus gains entry, there it excites a similar reaction, and thirdly, that the several syndromes-climatic bubo-(lymphogranuloma inguinale), genital elephantiasis, rectal stricture, etc., are dependent upon the lymphatic path taken by the virus, the sexual incidence being associated with differences in the lymph drainage of the pudenda in the male and female.
In the male the primary lesion is usually situated in the coronary sulcus and appears within a few days of the infecting coitus as a transitory herpetiform ulcer. It may, however, be nodular, or may have a more diffuse character when occurring within the urethra. A lymphangitis of the dorsal vessel of the penis may be noted. At an interval of, on an average, two to three weeks from the date of infection, though it may be as little as six days, or as much as six weeks, swelling of the inner or median group of inguinal glands occurs on one or other, or both sides. The degree of swelling, the acuteness of the process and liability to suppuration are very variable.
There is no doubt that the adenopathy may be minimal, and spontaneous resolution occur without suppuration. It may be bilateral, with a single penile lesion.
The rate of development of the bubo is very variable-rapid enlargement with breaking down, associated with general symptoms may occur; on the other hand, after a slow initial onset, with little general disturbance, during weeks or months, sudden enlargement with suppuration may take place, or the process takes on a relapsing character. In some cases the prolonged fever may even suggest enteric fever or endocarditis. One or more glands may be involved, and the process spread to the connective tissues with the formation of a very large mass, occupying the whole groin. Multiple points of suppuration occur in the gland, and these small abscesses discharge a thick whitish yellow, gluey, tenacious pus through the skin, which has now become adherent. In a few cases a single large abscess may form. An associated enlargement of the iliac glands is characteristic; it may reach an enormous size. These glands have been said never to suppurate, that is to say, never to break down through the skin, but glands excised from the iliac group have shown numerous tiny abscesses on section, and in a few cases abscesses have opened in the loin due to suppuration of intra-abdominal glands. It is fairly certain that a generalized adenopathy may occur, also splenic and hepatic enlargement may be seen. General symptoms again are very variable, including fever, lassitude, chills, anorexia, pains in the limbs, loss of weight, prostration, etc. There may be occasionally some pulmonary reaction and meningismus with stiff neck and intense headache, which pass in a few days. Erythema nodosum and other skin eruptions are not uncommon; periarthritis and episcleritis have been recorded. The blood shows a mild leucocytosis-15,000 with a neutrophil increase at the beginning, but later a monocytosis.
Such is the ordinary course of events in the male, giving rise to the syndrome known as climatic bubo or lymphogranuloma inguinale. Exactly the same clinical picture may appear in the female when the initial lesion occurs on that part of the vulva which drains into the inguinal lymphatic glands. The pathological changes are of the nature of a specific inflammatory reaction on the part of the lymph spaces. They are the same in the initial lesion, in the lymphatic vessels, in the glands, and in the invaded connective tissues.
On excision of an inguinal mass it will usually be found to consist of an agglomeration of enlarged glands glued together by a plastic periadenitis. This may be a simple inflammatory non-specific reaction, or the disease process may have spread from the gland tissue into the vascularized fibrous tissue, with resulting haemorrhages, obliterative arteritis, infiltration and abscess formation, changes resembling those to be described immediately as occurring in the glands themselves. On section, the glands exhibit characteristically various stages in the same process, patchily distributed, and in colour may be red from engorgement, or reddish violet, a wine-red to red-grey, a reddish blue, or grey with a gelatinous appearance, as changes advance towards softening and abscess formation.
The capsule is thickened and fibrous, and shows recent vascularization and infiltration with plasma cells; many capillaries show dilatations and periarteritis, others an obliterating endarteritis. From the thickened capsule fibrous strands can be seen invading the parenchyma in which various stages of inflammatory reaction up to complete destruction can be made out, including the germinative follicles, which, at first in a state of active proliferation, later disappear. The essential lesion consists in little pin-point epithelioid formations, scattered all through the gland substance. These are made up of masses of irregularly disposed epitheiioid cells of macrophage type, together with some giant-cells, and are not unlike those met with in syphilis and tuberculosis. Though they have not truly the same structure, the tiny foci of epithelioidization have been referred to by French writers as gummata, " gommes lymphogranulomatosiques." Their number varies considerably; in some cases they are very numerous, and dotted all over the gland; in others they are comparatively few. Subsequent changes consist in a degenerative process whereby the centre of the node becomes necrotic, and they then manifest a core composed of an amorphous finely granular or homogeneous material, derived from degenerated cells, surrounded by a very thick layer of epithelioid cells and a good many giant-cells, and a connective tissue envelope.
Further changes then occur; migratory cells find their way through the epithelioid wall and collect in the centre and undergo degeneration, all stages being seen up to the formation of tiny micro-abscesses. These are lined by the same epithelioid acidophil cells, now only one or two layers thick, arranged in palisade formation, cells with large poorly staining nuclei, with much nucleoplasm. Some will be noted to have two or three nuclei, others generally at the periphery of the abscess wall are multinucleate and are true giant-cells. In larger abscesses the lining may be made up of a single layer of rounded cells, and in some cases this layer is lost. These micro-abscesses may be scattered all through the gland substance. They are round, oval, or irregularly branching, and are often referred to as stellate.
The abscess cavity may contain mostly granular debris, or cell elements may predominate: acidophilic mononuclears from the epithelioid wall, which act as macrophages and contain cell fragments and masses of substance taking chromatin stains, probably derived from polymorphonuclear cells, many show pycnosis.
These chromatin-staining bodies, semi-lunar, dumb-bell, or pear-shaped, occur free as well as in the monocytes and polynuclears and have been called Gamna bodies, after the observer, wbo suggested that they were cell-inclusions specifically associated with the virus. Most other authors appear to disagree with this view, but it is worthy of consideration.
Besides these tiny nodes and the abscesses which have been described, isolated giant-cells, exactly resembling the cells of Langhans and others with their multinuclei distributed throughout the cell, are found scattered in the substance of the gland. Caseation and calcification are rarely if ever found. The gland parenchyma, follicles and sinuses are replaced by an inflammatory tissue consisting of young fibroblasts and a cellular infiltration remarkable for its polymorphism, unlike the mononuclear cell reactions in tuberculosis. It is most marked in the medulla, while at the periphery of a gland the gland structure may still be made out. The cellpicture includes small lymphoid cells, medium-sized monocytes, fixed connective cells, young and adult plasma cells, large mononuclears from the reticulo-endothelium, neutrophilic and eosinophilic polymorphonuclears, basophil granulation cells and giant-cells.
It was on account of this that Favre called the process a glandular granulomatosis of progressive type, and considered the disease had affinities with Hodgkin's disease. The histological features, taken as a whole, must probably be considered as pathognomonic.
In some small proportion of these cases with inguinal adenopathy both male and female genital elephantiasis is seen to follow. This has usually been associated with widespread destruction of the inguino-cruro-iliac glands and surrounding coninective tissue by the disease, or following wholesale surgical extirpation of the masses. The published accounts of the pathological findings do not differ much one from another as far as they go and when the different stages in the process are taken into account, but it is to the careful histological work of Barthels and Biberstein (1931) that we owe the explanation of the pathogeny of the condition.
They have shown that the histological picture in elephantiasis resembles that seen in affected glands, the changes do not resemble those produced in other conditions but constitute a specific inflammatory process caused by the virus with low local virulence. They suggest that a redux infective lymph thrombosis occurs, beginning near the affected glands and spreading peripherally. The micro-gummata and micro-abscesses, already referred to, they believe originate at the seat of a tiny thrombosed lymph channel. Exacerbations of swelling in the parts have been noted and these correspond with the spread of infection; they may result from trauma, a fact which has also been recorded in clinical descriptions. This pathogeny has a very important bearing on treatment of the buboeseverything should be done to conserve the glands while promoting the emptying out of all foci so that none remain whence recrudescence may start.
Turning now to the other side of the picture-if the initial lesion occurs, as it commonly does in women, towards the posterior part of the vulva or on the posterior wall of the vagina or in the anal region in both males and females (though there be not always a history of pederasty) the bulk of the lymph flow is not towards the inguinal lymph glands but towards the ano-rectal gland (which lies between the vagina and the rectum in the female). There results an adenitis with extension along the lymph spaces of the surrounding connective tissues which may be chiefly towards the vulva and perineal region, or more marked towards the wall of the rectum. The infiltration may envelop both the Vagina and rectum and spread to the parametria and adnexa. The pathological changes are identical with those described as occurring elsewhere as very beautifully demonstrated by Barthels and Biberstein-retrograde passage of the virus with lymphatic thrombosis, cellular infiltration, replacement of the normal connective tissue by the characteristic ]5 granulation tissue, abscess formation, the production of fistulhe, and later, fibrosis. The condition is identical with that seen in climatic bubo but under different anatomical relations. Owing to these anatomical relations the body of the female seldom if ever has the chance of ridding itself of the infection. The woman remains infective while the man is probably infective for but a few days-a fact which goes some way to explain the peculiar distribution of the disease. It is not possible here to go into details but the work of the authors above quoted effectively explains the localization of inflammatory stricture at from 2 to 8 cm. above the anus, a fact noted by all observers. They have also shown how the virus may be propagated centrally and how the higher type of stricture may be produced.
The amount of ulceration combined with the infiltration or elephantiasis in cases of rectal stricture and esthiom6ne depends partly upon the acuteness of the specific process and partly on liability to trauma and secondary infection. Clinical descriptions and symptomatology cannot be dealt with here.
Huguier's account of esthiomene will serve for the one-those of rectal stricture are well known.
The pathological processes and histological changes in experimental animals are analogous to those in man. Together they form an extraordinarily uniform picture of considerable interest.
There are many sides of this subject which it has not been possible to touch upon. Among them are differential diagnosis, treatment-which is not yet very satisfactory -and nomenclature, which is in sore need of re-consideration. Much work has yet to be done on the disease and this will be greatly helped if every case in this country is fully investigated and the results are recorded.
Discussion.-Dr. HANSHELL referred to cases of climatic bubo seen in the West Indies, Gold Coast, in Central Africa and at the Albert Dock Hospital and affirmed the reliable results obtained with Frei's skin reaction. In regard to the acquisition of the disease in this country he said that among 10,000 men examined in regard to venereal disease, with one possible exception and another doubtful case, no case had been seen. He did not think the disease was often overlooked and that if indigenous infections did occur they were very rare. He had never seen enlargement of the spleen or a generalized adenopathy. He also referred to some points in treatment.
Dr. P. H. MANSON-BAHR said he had been chiefly concerned with the diagnosis and treatment of climatic bubo, and laid stress upon some of the severer symptoms which might be met with-the marked typhoidal state sometimes manifested and the extensive suppuration that might take place. He deprecated, like Dr. Hanschell, hasty surgical interference. He believed climatic bubo to be a disease 8ui geeneris, and he found some difficulty in linking up the plain inguinal buboes as seen in the male wtih the destructive lesions of the perineum and rectum in esthiomene of the female.
Dr. CHESTERMAN said that from experience in the Belgian Congo he was of opinion that Dr. Stannus had made out a very good case for the identity and causation of esthiomene, the inflammatory stricture of the rectum in women, and climatic bubo. He had recently treated two male white patients for typical climatic bubo and could call to mind two cases of rectal stricture in native women of the prostitute class. Elephantiasis of the vulva and allied conditions were not uncommon but might be due to 0. volvulus irfestation. He thought the different arrangement of the lymphatic drainage in the male anid female genitalia satisfactorily explained the anatomical differences in symptomatology in the two sexes.
Colonel L. W. HARRISON said he believed that climatic bubo was very rare in this country and he did not think cases were missed.
Dr. N. HAMILTON FAIRLEY said he thought that skin tests were of considerable value, but after a wide experience of them he would not care to classify any disease Eetiologically purely as a result of such a test. For this reason he considered it premature to hold the virus of lymphogranuloma inguinale responsible for rectal stricture, on the sole basis of a positive Frei's intradermal test.
Mr. A. H. WALTERS said that caution was necessary in interpreting Frei's cutaneous test.
He used a pooled antigen prepared from cases of climatic bubo at the Albert Dock Hospitalcases from which Dr. Findlay had recovered the virus in experimental animals, with excellent results. He thought, however, that a climatic bubo antigen might give a positive group reaction with viruses of varied origin. In two seamen of 60 years of age used as controls the reaction had been positive. In their long seafaring careers it was possible they had suffered from some disease of virus etiology.
Dr. STANNUS (in reply) said that the lack of recorded cases in which the infection had been acquired in this country was certainly a remarkable fact. He still believed such cases were to be found, and he hoped the present discussion would stimulate a look-out for them. He considered that in view of the results of recent researches there was no escape from believing that climatic bubo and lymphogranuloma inguinale were one and the same disease. He thought that perhaps the fact that most of Dr. Hanschell's cases reached him rather late would explain his not having come across splenic enlargement. He believed that, had he been able to go into greater anatomical detail, he would have convinced Dr. Manson-Bahr in regard to the similarity of pathogeny in climatic bubo and esthiomene. Many cases had been recorded in Europe and in the tropics in which they were associated. In regard to inflammatory stricture of the rectum, no satisfactory etiology had ever before even been suggested. He thought that all such cases in the future should be subjected to investigation in the light of recent knowledge. He believed that Frei's reaction was absolutely specific when carried out and interpreted as laid down by that observer. He had no doubt that the two old seamen mentioned by Mr. Walters had had an infection with the virus of climatic bubo-that and nothing else.
